It has been recognised for some considerable time that there is a special tendency for hepatic damage to occur in the course of thyrotoxicosis. Cameron and Karunaratne (1935) in an extensive review of the pathological evidence give pride of place to Paul who, in 1865, reported a case of cirrhosis of the liver in association with exophthalmic goitre. The most outstanding clinical evidence of hepatic damage has been the appearance of jaundice in the course of the disease, this having been recorded by Habersohn (1874) , Burton (1888) , Sutcliffe (1898) and Eder (1906) amongst others. Iyichtman (1941) has emphasized that in patients with hyperthyroidism who show icterus, an unrelated cause should always be excluded. Extensive autopsy studies of the liver in hyperthyroidism have been made over the last twenty years and these have revealed a high incidence of hepatic lesions (Weller, 1930 ; Beaver & Pemberton, 1933; Foss, Hunt & McMillan, 1939; Schaffer, 1940; Wyndham, 1940 ; Moschowitz, 1946) . Lesions of both acute and chronic type have been described, the former, consisting of fatty changes and of central and focal necrosis of varying degree, the latter, of atrophy and of chronic lesions of the cirrhotic type. In these studies care has been taken to exclude cases in which apparently independent hepatic disease or other anatomic findings might have been considered factors in the production of the hepatic lesions.
Impairment of hepatic function has been noted by several observers using different liver function tests : the phenoltetrachlorphthalein test (Youmans & Warfield, 1926) ; the cincophen oxidation test (Iyichtman, 1932) ; bromsulphalein dye excretion (Maddoek, Coller & Pedersen, 19, 37) ; oral galactose tolerance tests (Maclagan & Rundle, 1940) , although Althausen, Ivockhart and Soley (1940) and Barnes and King (1943) were ?f the opinion that impairment of galactose tolerance was due mainly to acceleration of absorption of galactose from the bowel; the lakata-Ara 417 reaction (Ragins, 1935 ; Piper & Poulsen, 1947) ; oral hippuric acid test (Bartels, 1938 (Longo & Lopez, 1945) . No general agreement has been reached by these various observers regarding the incidence of hepatic impairment in this disease. Bartels (1938) found 85% showing impairment, while Pongo and Lopez (1945) found only 36% using oral hippuric acid tests. Piper and Poulsen (1947) There is, however, considerable evidence that a return to normal or marked improvement occurs following thyroidectomy, although function is further impaired in the immediate postoperative period.
The mechanism of production of the hepatic damage which occurs in this disease has been the subject of much speculation. Eder (1906) has suggested that jaundice arising in the course of exophthalmic goitre might have arisen from some chronic toxaemia in the intestines and have a cause in common with the goitre. Since Cramer and Krause (1913) demonstrated that if rats were fed on fresh thyroid gland the glycogen content of the liver fell so low that it could not be estimated gravimetrically it has frequently been suggested that the liver damage is related to the low glycogen content of the organ. Opie and Alford (1914) noted that a good glycogen content protected the liver against chloroform and various toxins. However, Davis and Whipple (1919) found that thyroid feeding had no influence on liver injury following chloroform anaesthesia. Goodpasture (1921) Mclver, 1942) and experimental evidence of Sealy, (1941 Sealy, ( , 1942 supports this theory. Mclver and Winter (1942) have drawn attention to the importance of anoxia. They subjected hvperthyroid animals to artificial atmospheres of low oxygen content and found that degenerative changes appeared in the liver varying from slight changes when the period of exposure was short to intense degeneration when the anoxia was prolonged. Maddock, Coller and Pedersen (1937) Gyorgy (1946) This clinical finding supports the evidence of Haban (cited by Mclver, 1942) , and Sealy (1941 Sealy ( , 1942 There are certain patients in whom further deterioration occurred in spite of a considerable gain in weight without obvious cause. Such cases may be due to the action of thiouracil on the liver as suggested by Goodwin (1948) but on the other hand no other evidence of a toxic effect of the drug could be detected and this therefore seems unlikely although not impossible. It is also possible that an hepatic lesion induced by the thyrotoxicosis may progress in spite of the fact that the hyperthyroidism is controlled. This hypothesis is supported by the results of I^afrentz and Binimelis (1948) in the treatment of cirrhosis of the liver with thiouracil, improvement appearing in some but not in others.
Mechanism of the hepatic damage. Tlie (Sherlock, 1946 Dole, Watson and Rothland (1945) have reported this finding in scarlet and rheumatic fever, in both conditions being associated with a rise in a//>/m-globulin and depression of albumin. It has also been noted in bacterial endocarditis, chronic malaria and lymphogranuloma. Enders (194G) states that this probably reflects an increase in the amount of circulating antibody. Positive results in the flocculation tests have also been noted in malaria, glandular fever, subacute bacterial endocarditis and rheumatoid arthritis (Carter & Maclagan, 1946 (Maclagan & Bunn, 1947 
